The present experiments examined the role of the cen-1992) where it serves as an important signaling moltral cholinergic system in the memory impairment inecule in several physiological and pathophysiological duced by post-training administration of a nitric oxide synprocesses (Schuman & Madison, 1994) . From a be- (Dwyer, Bredt, & Snyder, 1991) , the enzyme responnisms and are consistent with our previous view that nitric sible for NO synthesis (Marletta, 1989; Bredt et al., oxide may be involved in post-training neural processes 1990) impaired retention in mice (Baratti & Kopf, underlying the storage of newly acquired information. 1995a). Since the effects of L-NAME on retention ᭧ 1996 Academic Press, Inc.
were time-dependent, we suggested that NO may modulate post-training neural processes underlying INTRODUCTION memory storage of newly acquired information (BaThe free radical gas nitric oxide (NO) is a recently ratti & Kopf, 1995a). identified intercellular messenger in the brain
The possible mechanism or mechanisms that mediate NO in memory processes are, at present,
